= Abstract = Hippocampal sclerosis (HS) is one of the most common features of intractable temporal lobe epilepsy. Generally it can be identified through brain magnetic resonance imaging (MRI) with high degree of sensitivity and specificity. Typical brain MRI findings of HS are hippocampal atrophy with hyperintense signal confined to the lesion. On the other hand cortical dysplasia exhibits blurring of the gray-white matter junction and abnormal white matter signal intensity. We present a case where preoperative brain MRI strongly suggested the presence of diffuse cortical dysplasia in the left temporal lobe but postoperative pathology revealed the temporal lesion to be unremarkable except for hippocampal sclerosis. (Korean J Pediatr 2010;53:106-110) 
. Seizure control is especially difficult if structural abnormalities are seen in brain MRI, and in such symptomatic cases, the possibility of achieving successful seizure control with use of antiepileptic medication only is minimal.
Even if the seizures are controlled, recurrence is common upon discontinuation of antiepileptic medications. Surgical resection of the symptomatic lesion can drastically increase the therapeutic efficacy, and if the structural abnormalities as observed in MRI are resected completely, rate of the-rapeutic success is known to be as high as 60-80% 2) .
Hippocampal sclerosis is one of the most common pathologic causes of refractory focal epilepsy among young adults and is known to be associated with complicated febrile convulsion earlier in life. Cortical dysplasia on the other hand is one of the most common causes of extratemporal focal epilepsy and is formed by disturbance of stem cell proliferation or cortical organization.
We report a case where pre-operative MRI finding strongly suggested the presence of diffuse temporal lobe cortical dysplasia but post-operative pathological analysis showed no abnormal features in the resected lobe save for hippocampal sclerosis.
Case report 16 year old male has been in an orphanage for 5 years.
His development was noted to be markedly delayed at 3rd grade of primary school, he was diagnosed with third degree mental retardation. A year later he began to suffer repetitive generalized tonic clonic seizures, frequently lasting more than 20 minutes. He was treated with antiepileptic medications only without receiving any diagnostic work-up or regular follow-up by a child neurologist. Within 6 months of admis- lobectomy with selective amygdalo-hippocampectomy was performed. Post-operative pathological finding showed left temporal lobe of normal cortex and white matter without large dysplastic neuron (Fig. 3A) and only little amount of focal neuronal loss, consistent with hippocampal sclerosis (Fig. 3B) . Two years after his surgical procedure, the patient is seizure-free and aggravation of previous cognitive or language impairment was not present.
Discussion
Hippocampal sclerosis is the single most common pathological finding seen in young adults with refractory focal epilepsy. Unilateral mesial temporal lobe epilepsy due to hippocampal sclerosis, in particular, is considered to be the prototype of surgically curable focal epilepsy syndrome 1) .
In both children and adults, hippocampal sclerosis is less frequently detected by MRI at the onset of temporal lobe epilepsy as compared to chronic refractory temporal lobe epilepsy [3] [4] [5] . The low prevalence of hippocampal sclerosis in early childhood suggests that MRI-detectable hippocampal sclerosis might be part of a multistage or progressive changes 6) .
On structural MRI the main features of hippocampal sclerosis are hippocampal atrophy and increase in signal intensity of hippocampus on FLAIR or T2-weighted images 7) . This unilateral major imaging features of hippocampal sclerosis are not prevalent in nonepileptic patients 8) , perhaps with the exception of some nonsymptomatic family members in pedigrees with familial mesial temporal lobe epile- . In MRI images the most frequently detected dual pathology is blurring of the interface between gray and white matter in the temporal pole, which can be found anterior to hippocampal sclerosis in up to 60% of cases 13) . It is, however unclear whether the temporopolar "blurred gray-white matter interface" in temporal lobe epilepsy with hippocampal sclerosis can always be considered to represent focal cortical dysplasia 14) or whether there might exist other cortical lesions, such as ectopic white matter neurons 15, 16) , gliosis 17) , myelin abnormality 18, 19) , or even unspecific histopathological findings 15) .
Focal cortical dysplasia is probably the most common cause of refractory extratemporal focal epilepsy especially in children 20) . Focal cortical dysplasia has also been associated with MRI-negative focal epilepsy in adults 21) . In the diagnosis of focal epilepsy, the prevalence of focal cortical dysplasia ranges between 5 and 25% 22) . A high index of suspicion should be maintained especially in children with extratemporal "catastrophic" epilepsy, which does not fit into the classification of benign focal epilepsies of childhood 22) .
After 24 months of age, focal cortical dysplasia can be identified by looking for very circumscribed and subtle cortical/subcortical T2 hyperintensity (especially on FLAIR images), blurred interface between gray and white matter or focal cortical thickening. Other findings associated with cortical changes include transmantle sign, which manifests as a T2 hyperintense signal in the subcortical white matter that tapers as it extends to the lateral ventricle. These signs are best observed in FLAIR and proton density images 20, 23) . Transmantle sign can also help to distinguish focal cortical dysplasia from wedgelike low-grade tumors on brain MRI 15) .
Our patient showed blurring of the gray-white matter junction in the left temporal lobe with abnormal signal intensity in the white matter, which strongly hinted at diffuse cortical dysplasia of the left temporal lobe. Post-operative pathological review however did not find any abnormalities except for hippocampal sclerosis.
One reason for this discrepancy may be "diaschisis" 
